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Abstract: The effects of anti-angiogenesis treatment by angiostain and endostatin on normaliza-
tion of tumor microvasculature and microenvironment was investigated, based on mathematical
modeling and numerical simulation of tumor anti-angiogenesis and tumor haemodynamics. The
results show that, after anti-angiogenesis treatment: 1) the proliferation, growth and branching
of neo-vessels is effectively inhibited, the extent of vascularization in tumors is accordingly re-
duced; 2) the overall blood perfusion inside tumor is declined; the plateau of tumor interstitial
fluid pressure is relieved; the interstitial fluid oozing out from the tumor periphery into the sur-
rounding normal tissue is reduced; the intravasations across vasculature is remarkably de-

creased.
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